No. H: 67258), a student of 18, born of Russian parents, developed normally until the menarche at 12, which was followed closely by the onset of obesity. Menses were normal for the first six months, but have since been scanty and very infrequent. For two years there has been increasing hirsutism of the chin, trunk and limbs. Otherwise her health has been good and has not prevented her from playing games at school. There is no known obesity, hirsutism or endocrine dysfunction in her family.
Adrenocortical Hyperfunction associated with Hirsutism, Obesity, Hypertension and Normal Glucocorticoid Secretion.-OLIvER GARROD, M.D., M.R.C.P., and A. E. KELLIE,1 Ph.D. S. C. (Middlesex Hosp. No. H: 67258) , a student of 18, born of Russian parents, developed normally until the menarche at 12, which was followed closely by the onset of obesity. Menses were normal for the first six months, but have since been scanty and very infrequent. For two years there has been increasing hirsutism of the chin, trunk and limbs. Otherwise her health has been good and has not prevented her from playing games at school. There is no known obesity, hirsutism or endocrine dysfunction in her family.
On examination (August 1954 (b) Mineralocorticoid functions: Plasma sodium 142, potassium 4-0, chloride 100, CO2 29 mEq./l.; total body water (urea method) 60%; Plasma aldosterone concentration not raised.
(c) Androgenic functions: Urinary 17-ketosteroid excretion 30, 31 and 32 mg./twentyfour hours, falling during cortisone suppression test to 6-8 mg. (Fig. 1 ). Patterson's test (2) Urinary pregnanediol, 1-7 mg./twenty-four hours (normal). 2. -Differential analysis of urinary 17-ketosteroid excretion before, during, and fifty days after suppression by intramuscular cortisone (see Fig.l ).
further during six weeks on oral cortisone (12-5 mg. eight-hourly) (Fig. 1) H{irsutism, obesity, and amenorrhcea or oligomenorrhcea, are often associated with polycystic ovaries (Stein and Leventhal, 1935; Buxton and van der Wiele, 1954) . However, excessive 17-ketosteroid excretion, and suppression of 17-ketosteroid excretion by cortisone, appear to be exceptional in the Stein-Leventhal syndrome (Buxton and van der Wiele, 1954; van der Wiele et al., 1954) though occasionally adrenocortical hyperfunction may be associated with this condition (Abu-H{aydar et a!., 1954) . This possibility cannot be excluded in the present case without surgical exploration.
The hypertension and obesity, though their significance is not clear, may be due to oversecretion of unidentified adrenal steroids, but evidently not to 17-hydroxycorticoids or aldosterone, which were not present in excessive amounts.
(2) Treatment: Surgical intervention with a view to subtotal adrenalectomy and exploration of the ovaries was felt to be unjustifiable in the absence of virilism and sustained hypertension. This attitude has been confirmed by the partial remission following the cortisone suppression test, but may need revision according to the further clinical course.
It has not been possible to reduce 17-ketosteroid excretion further with physiological doses (37-5 mg. a day) of oral cortisone. This therapy is being withdrawn. ACKNOWLEDGMENT Our thanks are due to Professor A. Kekwick for allowing us to study this patient under his care. Afu-HAYe Axd N., LAIDLAW, J. C., NUsIoVICH, B., and STURGIS, l. (1954) J. lin. Endocrin., 14, 766. BUXTON, C. L. and VAN DER WIELE, R. (1954) New Engi. J. Med., 251,293. JAILER, 3. W., GOLD, 3. J., and WALLACE, B. Z. (1954) Amer. J. Med., 16, 340. STuIN,I. F. and LEVENTHAL, M. L. (1935) Amer. J. Obstet. Gynec., 29, 181. VAN Dr. A. E. Kellie: We have recently applied gradient elution chromatography for the differential analysis of total urinary 17-ketosteroid fractions. When applied to the present case this procedure showed that the absolute amounts of all 17-ketosteroids were increased and were above or in the high normal range. As all components were increased the percentage composition of the fraction was similar to that found in normal cases except with respect to the D.H.A. which was present in amounts significantly above normal.
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The pattern of excretion was unlike those which we have obtained from two cases of Cushing's syndrome.
On treatment with cortisone all components fell, with the exception of Cl1-oxygenated etiocholanolone derivatives which are cortisone metabolites. The decrease in D.H.A. was very striking and appeared to be selective. 
